Cancer arises from stress-induced breakdown 
of tissue homeostasis 1 

Is it time to abandon mutation-centric metastasis as the dominant 
paradigm? Does 'seed and soil' do more harm than good? 

By Denis G. Rancourt 2 , PhD 

Abstract 

Part-I: I critically review the context of cancer research, where it has been advanced that most 
published research findings are false, that medicine itself is the third leading cause of death in 
the Western world, and that experienced stress arising from an individual's position in society's 
dominance hierarchy is the primary determinant of individual health. 

Part-ll: I critically review the randomized trials for treatments and screening, especially for 
breast cancer. It has been advanced that screening does more harm than good, and that 
treatment protocols have little effect on net population mortality from cancer. There is no 
robust demonstration that the treatment protocols for the common cancers do more good 
than harm to individual patients. 

Part-Ill: I critically review the mutation-centric metastasis dominant paradigm of cancer, and 
various efforts to somewhat or definitively challenge the dominant paradigm, with an eye to 
answering the question "What is cancer?" 

Final section: I propose a conceptual model of cancer, which incorporates the leading 
criticisms of the dominant paradigm, and which is testable. In my model, cancer is an age- 
dependent and tissue-specific stress-induced breakdown of tissue-shape homeostasis. My 
model is aided by a graphical picture depicting age-specific and tissue-specific curves of steady- 
state nodule size (D T ) versus experienced stress level (S). A given curve has a critical stress (S c ) 
beyond which there is runaway tumour growth due to tissue-response feedback. Here, 
"metastasis" is the simple consequence of the individual's tissue susceptibility to loss of shape 
homeostasis having gone supercritical for a cluster of tissue-specific D T v. S curves. The model 
provides treatment strategies on three branches: Psychological, tissue-surface-shape 
homeostasis, and tumour growth feedback attenuation. 

Introduction 

This paper was presented in the uOttawa Cinema Academica series at the University of Ottawa 
on November 21, 2005. 3 It will be "peer reviewed" if peers and others review it. 



1 This article was open-source published at archive.org on November 30, 2015, where comments and reviews are 
invited: https://archive.org/details/DGRArticleOnNewCancerModel2 

2 Email: denis.rancourt@alumni.utoronto.ca 

3 Video of the presentation is on the film maker's YouTube channel: https://www.youtube.com/user/docupeter 
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